By JAMES COLLIER, M.D. E. W., AGED 13. Family history and past history nil. Increasing difficulty in walking one year; staggers about but never falls. Thick, stuttering speech six months. Unsteadiness of hands three months. No sphincter symptoms; sight good; no pain.
Present condition: Well-nourished, undersized boy. Viscera normal. Intelligent, laughs easily; speech jerky, slow, and at times barely intelligible. Jerking movements of head. Vision and disks normal. Pupils normal. Movements of globes good, accompanied by nystagmus, or by extreme oscillation of head. No oscillation of objects. Intention tremor head and arms (left more than right) very well marked. Spine and trunk normal. Some increase of tone in legs; power good; jerky movement of legs during voluntary movement. Incurvation of little fingers. Sensation normal. Sphincters normal. Gait ataxic, broad base (much improved lately). Reflexes: All jerks brisk, no abdominal reflexes; double extensor response. Hoffinann's sign positive.
DISCUSSION.
Dr. F. E. BATTEN said he considered that this case represented a very definite type of disease of which many examples had been shown before the Section, especially by Dr. Gutbrie. The symptoms suggested a cerebellar condition, but in Dr. Collier's case there was superadded the. affection of the pyramidal system. In some of the cases previously shown there was evidence of pyramidal involvement. It seemed a pity to designate these cases disseminated sclerosis. Admittedly certain of its features were clinically likethose of disseminated sclerosis, but it was possible to account for them by involvement of the cerebrum and cerebellum. Pathological evidence had been furnished by Michell Clarke, of Bristol, in a case in which there was progressive ataxia, associated with pyramidal symptoms. After death, Michell Clarke found changes in the cerebellum and cerebrum, but in this case there was a slow degenerative condition, whereas in Dr. Collier's case the condition was not progressive. He hoped Dr. Collier would alter the title of the case;' it would be a pity it should be indexed as disseminated sclerosis. The case should be kept under observation and, if possible, an autopsy made.
Dr. STANLEY BARNES said he had an opportunity of doing a post-mortem on a case with similar symptoms a few years ago. The patient was a girl, aged 12, and the diagnosis of disseminated sclerosis had been made by a consulting physician. She lived nearly two years from the onset of the symptoms; at the post-mortem there was found a diffuse tuberculosis in the pons, with two or three small patches in the cerebellum. He agreed with Dr. Batten's remarks about allowing such a case to go forward under the present title, as he knew of no case confirmed at autopsy of disseminated sclerosis beginning before puberty. In this case he felt that he would rather accept a diagnosis which involved a double lesion than one of disseminated sclerosis.
Dr. FEARNSIDES asked for an explanation of Hoffmann's sign. Dr. ROBERT JONES said he tried to elicit the pupillary reaction, but he failed to do so; he therefore would like to know whether the pupil was under the influence of atropine. Some of the symptoms occurred to him as rather like those of juvenile general paralysis. He had, in his experience in Claybury, received a case in a boy, diagnosed by a leading physician as disseminated sclerosis with insanity, but which was juvenile general paralysis, and this was verified on post-mortem examination by Dr. F. W. Mott. The Wassermann reaction would throw much light on this, but lhe understood it had not been elicited. I The title originally given was "' DisseminatediSclerosis in'an Undersized Boy, aged 13."' Dr. BIRLEY explained that Hoffmann's sign was tested for in the following manner: The patient's pronated hand is lightly grasped by the observer and the terminal phalanx of the index-finger is then flicked downwards (i.e., palmwards) by the observer's thumb. Under normal conditions the patient's thumb remains motionless. The positive sign consists of a reflex movement of adduction of the thumb, and is supposed to be evidence of a lesion of the pyramidal fibres going to the upper extremity, and to be the counterpart, therefore, of Babinski's sign in the lower extremity.
The PRESIDENT said he agreed with what had been said by Dr. Batten and Dr. Barnes as to the title of the case, and hoped Dr. Collier would change it.
Dr. COLLIER replied expressing his willingness to alter the title in accordance with the wishes of speakers. As a rule the boy had large pupils, but repeated testing by himself and his house physician yielded perfect reactions.
Shoulder-joint Lesions in Syringomyelia. By T. R. ELLIOTT, M.D. THE patient, a man aged 40, exhibits in either shoulder-joint the early and late conditions associated with syringomyelia. Thirteen years ago, after lifting some heavy weights, he found that his left shoulder was swollen to the thickness of his thigh. For this, which was not painful, he was ultimately, in March, 1901, admitted to University College Hospital with the present diagnosis. Only the left shoulder was at that time affected, and sensory loss was found only on the left side of the body from the cheek to the breast inclusive. A history was then given that one morning in 1898-he had awakened to find his left arm weak and the fingers altogether powerless. Recovery from this was a matter of a few months, and in 1901 the forearm and fingers were normal.
For the eleven years succeeding 1901 the patient was perfectly well, and felt no disability beyond the weakness of the left shoulder. His right arm was powerful. But in November, 1912, once more as a presumed result of heavy labour, the right shoulder began to " click " and swelled rapidly; pain and loss of power accompanied this. Now, two months later, the right shoulder-joint is distended with fluid and the right humerus is partially dislocated downwards. There is oedema of the surrounding tissues of the upper arm. X-rays show that
